SUMMARY A child with many symptoms of trisomy 22 syndrome is described. The child showed a 46,XY/47,XY,+22 chromosome constitution. This is the first reported case of a trisomy 22 phenotype with such a mosaic karyotype.
The availability of new techniques of chromosome identification and the increasing number of case reports have led to the delineation of trisomy 22 syndrome as a distinct nosological entity with a characteristic phenotype (Penchaszadeh and Coco, 1975 Fig. 1 ): cranial asymmetry with prominence of the right parietal area and flattening of the opposite region and of the occiput; right frontal bossing; markedly depressed superciliary regions due to hypoplasia of the underlying bone; large and low-set ears; mild micrognathia. The nose was long and beaked; the palate was normal. There was prominence of the sternum and of the costal margins (Fig. 2) ; the nipples were widely spaced. A loud pansystolic murmur was heard over the praecordium. Bilateral partial syndactyly of the fourth and fifth fingers and toes was present with right simian line; the thumbs were long and finger-like. A voluminous bilateral inguinal hernia was present. The muscles were hypotrophic and very hypotonic; the tendon reflexes were normal.
Routine laboratory findings, including RBC, WBC, blood glucose, fetal Hb, were all within the normal limits. A chest x-ray film showed cardiac enlargement caused by prominence of the first and third arches of the left profile. Intravenous pyelography was normal. Electrocardiogram was within normal limits. The electroencephalogram disclosed only non-specific abnormalities. Ophthalmological examination was normal. Dermatoglyphic study of the Fig. 1 The patient. Fig. 2 Prominence ofthe sternum and of the costal margins. Voluminous bilateral inguinal hernia.
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The mosaicism of our patient may be responsible for the lack of some important symptoms of the '-group and Y trisomy 22 syndrome (see Table) . In this respect our rypsin (a) and by patient may be considered to be an example of an 'abortive case' of trisomy 22 syndrome, as indicated by Zellweger et al. (1975) .
As can be seen in the Table, Penchaszadeh and Coco (1975 
